present. I have not come across the familial factor said to be present in some cases. Nor have I seen associated congenital defects, such as hypospadias, harelip, &c., in any case that I can remember. Although haematuria did not occur in either of these three cases, it is known to be a not uncommon symptom.
As I remarked at the outset, I have no new observations from which to deduce aetiological factors. From my knowledge of the disease I think it most probable that the current view of its congenital and developmental origin is correct. Has anyone had experience of drainage of the cysts as a means of treatment ?
Sir BERNARD SPILSBURY. THREE CASES OF POLYCYSTIC DISEASE OF THE KIDNEYS ASSOCIATED WITH CYSTIC DISEASE OF THE LIVER. The cases are the records of three patients who died recently at St. Bartholomew's Hospital. All the patients were males between the ages of, 47 and 53 years.
Case I.-The patient became unconscious whilst at work and was admitted to the hospital with left hemiplegia: consciousness gradually returned but be died of uraemia a fortnight later. This patient had been invalided out of the Army for nephritis in 1916 and had since suffered from frequency of micturition. At the autopsy a cerebral hoemorrhage of moderate size corresponding in age with the attack of unconsciousness was found in the right internal capsule. The cerebral arteries were atheromatous.
Case II.-The patient had been operated upon ten years previously when a left pyonephrosis was drained: since then he had suffered from attacks of acute abdominal pain on the right side which were diagnosed as renal colic. During the last three months of his life he became progressively weaker and was very ill on admission.
A large tumour was felt in the situation of each kidney; there was tenderness and rigidity in the right lumbar and iliac regions and the urine contained pus and blood. He became rapidly worse and died from uremia ten days later. The post-mortem examination showed acute left pyelitis and acute cystitis. Case III.-The patient was admitted to hospital with symptoms of uremia. The abdomen was large and renal tumours were easily palpable. He complained of morning vomiting and occipital headache; frequency of micturition had been present for the last five years. Death occurred from ureemia three weeks after admiission, and on post-mortem examination small ulcers, which were probably uremic, were found in the ceecum and ascending colon.
In other respects the post-mortem examination of these three patients showed similar conditions. The left ventricle of the heart was hypertrophied, the heart cavities were dilated and the aorta and coronary arteries were atheromatous. The lungs were cedematous. The liver was moderately enlarged in one case, of normal size in the others; numerous small cysts were present on the surface and in the substance of the organ. Most of the cysts were i in.
or less in diameter and were filled with colourless watery fluid. The function of the liver was not impaired. On microscopic examination the cysts were found to be lined by a single layer of flattened cubical epithelium supported by a fibrous capsule. Some of the cysts were connected with the portal areas and maany of these areas contained multiple bile-ducts.
The kidneys were much enlarged in each case, their weights being from 23 to 53 oz. ; they showed the characters of polycystic disease, being riddled throughout with cysts which measured upwards of 2 in. in diameter. The cysts bad thin walls lined by flattened cubical epithelium, and they were filled with a watery fluid or with semi-solid material of a yellow or brown coloursome contained blood. In the second patient the cysts in the left kidney contained pus. The functional renal tissue was represented only by narrow areas, pale in colour and firm, which on microscopical examination showed a structure resembling that of chronic interstitial nephritis with marked fibrosis and atrophy, dilatation and some compensatory hypertrophy of the convoluted tubules, with hyaline degeneration of many of the Malpighian bodies and advanced arteriosclerosis ; in the third case there was also slight amyloid disease. In all the cases the suprarenal glands, and the cortex especially, were hypertrophied. There was no obstruction in the urinary tract in any of the cases.
In these cases the structure and distribution of the renal cysts lend support to the view that the cystic condition is congenital and is due to a partial failure in the fusion of the secreting tubules with the excretory ducts, a fusion which should occur at the level of the collecting tubules. This view implies that the cysts are derived from secreting tubules which have undergone a gradual distension by the secretion. If this is the correct explanation of the pathology of polycystic disease the failure in the renal function may be explained either by progressive pressure atrophy and replacement fibrosis in the renal tissue between the cysts, or by the assumption of the characters of a true tumour on the part of the cyst epithelium with formation of a cystic adenoma.
But the age at which the disease generally proves fatal and the similarity of the changes in the functional renal tissue to those of chronic interstitial nephritis suggest another explanation, namely, the development of nephritis as a secondary phenomenon and one to which kidneys already seriously crippled by cystic disease may well be especially liable. The association in these cases of high arterial blood-pressure indicated by hypertrophy of the left ventricle, of extensive arterial degeneration and of a tendency to cerebral h-amorrhage, lends further support to this view.
Bristowe first drew attention to the association of cystic disease of the liver with that of the kidneys in a certain proportion of cases. The congenital origin of these cysts was also suggested by their occurrence in infancy in association with congenital cystic kidneys and by the presence in some cases of other malformations. The cysts in their structure resemble dilated bile-ducts, but they do not contain bile. In the cases under review the presence of multiple bile-ducts in the portal areas supports Still's view of the development of cystic disease in the liver as an excessive overgrowth of hypoblast in the duodenal diverticulum from which the biliary passages are derived, the excess formation of bile-ducts failing to establish a connexion with the liver parenchyma and forming retention cysts.
There is no histological evidence in these cases of any inflammatory changes in or around the bile-ducts.
Dr. GRAHAM FORBES.
Few who have been present at the post-mortem on an unsuspected case are likely to forget the remarkable appearance which the kidneys present in polycystic disease. The huge increase in size and transformation into a conglomeration of irregular cysts are most striking and impressive, leaving one amazed that such profound renal change can admit of the possibilities of life over a period of years. I recall two instances equally surprising and unforeseen, though clinically far from alike.
